A Real-Time Annexin V Method for Monitoring Programmed Cell Death
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fluorescent DNA staining (right). Note: T47D HER2- cells showed no increase in apoptosis under the same conditions (data not shown). caspase assay reading.
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repeatedly from the same sample wells. The lag (indicated by dotted lines) between the onset of increasing 104 T-cell mediated cytotoxicity of target Raji cells in the presence and absence of a bi-specific T-cell
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apoptosis. The subsequent time period following this lag where there is a concurrent rise in luminescence and kinetic progression and enhancement of cytolytic cell death by the BITE, reflected by the concurrent rise in ' '
fluorescence is indicative of secondary necrosis. luminescent (left panel, blue) and fluorescent (right panel, green) signals.
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